INTEREST in the possibility that Hodgkin's disease may be contagious has been much stimulated by the epidemiological observations of Vianna and his colleagues (Vianna, Greenwald and Davies, 1971; Vianna et al., 1972; Vianna and Polan, 1973) . These workers have described situations in which Hodgkin's disease appears to have been passed either directly from one person to another or indirectly through a '" carrier ". Their findings suggest that clinical onset may be preceded by a long and variable latent period from the presumed time of transmission of the disease. Most of the cases involved in these situations have been young persons, aged less than 40 years, but this may be, in part, because the studies have centred around the school environment.
If close contact with a case is an important factor in the aetiology of Hodgkin's disease, then the immediate relatives of a patient may be at a high relative risk of contracting the disease. It has been estimated that the close relatives of a patient have about a three-fold increased risk of having had the disease (De Vore and Doan, 1957; Razis, Diamond and Craver, 1959 The 900% confidence limits on our estimate of relative risk are about 0-4-39! Thus, this study by itself does not provide evidence one way or the other for a familial risk factor in Hodgkin's disease. It does, however, suggest a method of study which might profitably be applied to an older, more numerous group of patients in which parents, spouse and sibs may be considered to be at risk. In such studies it should be possible to determine whether any increased disease risk in blood relatives was likely to be due to genetic or environmental causes. This might be examined bv partitioning each relative's period of risk by both distance in time from the onset of disease in the index case and the difference in ages at the time of onset in the relative and index case. Evidence in favour of a genetic factor would comprise an excess of cases occurring in relatives at about the same age as the index case and cases with onsets at about the same time would suggest an environmental origin (MacMahon, 1966) .
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